Case reports
Stricture of common hepatic duct after right hepatic lobectomy treated by Longmire's operation 1 A G Johnson Mchir FRCS I M Murray Lyon MD MRCP Charing Cross Hospital, London W68RF L H Blumgart MD FRCS Glasgow Royal Infirmary, Glasgow G4 OSF High stricture of the bile ducts represents a formidable surgical challenge. When portal hypertension supervenes the problem is compounded and the mortality for repair of such damage rises sharply (Sedgwick et al. 1966 ).
Longmire and his colleagues have described a method for dealing with an impassable obstruction at the hilum of the liver (Longmire & Sandford 1949 , Longmire & Lippman 1956 . Retrograde drainage is established through the intrahepatic portion of the dilated biliary tree within the left lobe of the liver. This operation requires partial amputation of the left lobe, the dilated stump of the left hepatic duct being then identified and anastomosed to a Roux loop of jejunum. Reported here is a case in which dense stenosis accompanied by rotation of the structures of the porta hepatis occurred seven months after right hepatic lobectomy for injury. Obstruction to the biliary tree was reversed by means of retrograde cholangiojejunostomy carried out on the residual regenerated left lobe of liver.
Case report
On 10October 1974a 23-year-old man from Pakistan was severely injured when the wheel of a heavy lorry ran over the right side of his chest. He was admitted with a flail segment chest and major disruptive injury of the right lobe of the liver. At laparotomy, carried out through a thoracoabdominal incision, right hepatic lobectomy was performed (AGJ). During operation choledochotomy was performed and a probe inserted into the left hepatic duct in order to facilitate identification and prevent damage to the biliary tree. The choledochotomy was closed about aT-tube.
His postoperative course was accompanied by severe respiratory problems necessitating tracheostomy and intermittent positive-pressure respiration which was continued for five weeks. On the second postoperative day he suffered an attack of pancreatitis verified by hyperamylasaemia. From the outset only a few millilitres of bile drained each day from the Ttube. T-tube cholangiography revealed some leakage of contrast material from the stump of the right hepatic duct and a distortion of the left hepatic ductal system ( Figure I ). An isotopic liver scan using technetium sulphacolloid carried out one month postoperatively showed regeneration of the left side of the liver.
The patient was discharged three months after injury at which time he was not jaundiced, but the alkaline phosphatase was a little elevated at 28 King-Armstrong units and it was noted on the isotopic scan that the spleen was enlarged.
He remained well for seven months after injury at which time he became jaundiced, but both the liver and spleen were palpable. During the next nine months he continued reasonably well but suffered intermittent attacks of jaundice with mild cholangitis.
Seventeen months after injury, in March 1976, a further laparotomy was carried out in an attempt to relieve jaundice. Dense fibrosis was encountered in the region of the porta hepatis and it was noticed that the structures at the porta had been rotated as the liver had regenerated s? that the portal veinlay anterolaterally to the common bile duct. Dissection was extremely difficult and the intrahepatic ducts could not be located from below. Repeated attempts at transhepatic cholangiography failed.
Following this operation attacks of cholangitis occurred over the next five months and he was treated with gentamicin as required, but the bilirubin level rose to 170 umol/l and alkaline phosphatase to 75 King-Armstrong units. In November 1976 (2 years and 1 month after injury) further laparotomy was considered necessary as he remained jaundiced. Preoperatively splenoportography was attempted ( Figure  2 ). The needle first penetrated the liver outlining the intrahepatic branches of the portal vein in the left lobe (arrowed). Contrast medium was then injected into the splenic parenchyma filling the splenic vein and portal vein as far as the hilum of the liver where there appeared to be complete obstruction (arrowed). A collateral circulation to the left renal vein (arrowed) was demonstrated. No oesophageal varices were outlined and oesophagoscopy was negative. An attempted percutaneous transhepatic cholangiography failed. Laparotomy was performed through a bilateral subcostal incision with left thoracic extension (LHB). Dense adhesions were encountered and there was obvious portal hypertension. The left lobe of the liver had regenerated in a transverse fashion across the upper abdomen and had displaced the spleen medially so that it lay cupped within the regenerated left lobe, as indicated on the preoperative transhepatic splenoportogram (Figure 2 ). Attempts to approach the region of the porta hepatis, which lay close to the right costal margin, proved hazardous and it was decided to attempt to achieve biliary decompression after a further hepatic resection. The tip of the left lobe of the liver was removed and a bile duct located with some difficulty and cannulated so as to allow cholangiography. This showed dilated central ducts with no extra hepatic drainage at all (Figure 3) . A further segment of liver was removed almost as far medially as the vena cava Histology: The excised left lobe showed extensive fibrosis with wide septa joining portal tracts, the changes being characteristic of secondary biliary cirrhosis. Almost 50~o of the liver parenchyma was thought to be replaced by fibrous tissue. There was active chronic 
Progress:
During the year following operation the patient gained weight, the jaundice faded, there was no cholangitis and the liver became distinctly softer to palpation (this being easily carried out through a large incisional hernia). Oesophagoscopy showed several small varices. Eighteen months after operation he was symptom free, on no medication, and had returned to a full-time job.
Discussion
Despite the fact that at initial operation a probe was introduced through the common bile duct into the left hepatic duct, postoperative stricturing occurred. This may have been produced by postoperative inflammation, the severe pancreatitis that occurred after the initial injury, or the fact that, in this patient, rotation of the porta hepatis appears to have occurred during the regeneration of the left lobe of liver. It is quite clear that a portal venous thrombosis occurred at some stage. However, liver regeneration following right hepatic lobectomy was demonstrated to be most satisfactory, and it is likely that such a thrombosis of the portal vein was secondary and occurred either spontaneously due to rotation of the structures in the porta hepatis or possibly following the second laparotomy. Portal decompression appears to be largely via collaterals to the left renal vein with very little element of oesophageal collateral circulation.
The surgical procedure described by Longmire appeared to be the only method of draining the bile duct satisfactorily and this has yielded a satisfactory result although portal hypertension persists. There is no doubt that perilobular fibrosis associated with biliary tract obstruction can be reversed by relief of such obstruction particularly if hepatic resection is carried out coincidentally (Blumgart 1978) . It was thought unwise to carry out further liver biopsy in this patient, but certainly the liver became much softer to palpation during the recovery period. The fall in bilirubin from 170 Iimol!1 to 42 Iimol!1 shows that the main obstructive element has been overcome, although there is still some elevation in liver enzymes (alanine transaminase 159 iu/l; normal < 35 iu/l),
The case is of interest since extensive liver resection was carried out on the left lobe of the liver in a patient who had already been submitted to right hepatic lobectomy. Intrahepatic hepatojejunostomy has been performed within the regenerated left lobe of the liver. While there is a limited place for Longmire's operation, this case emphasizes the valuable role that it may play in certain defined situations where other approaches to the intrahepatic biliary tree are precluded.
Chronic granulomatous disease in an adult! D A Burns MRCP I Sarkany FRCP Royal Free Hospital, London NW3 2QG
In 1954 at the age of 3 years, F C (male, now aged 26) developed bilateral cervical lymphadenopathy. The adenopathy regressed spontaneously and he was well until three years later when the cervical nodes again became enlarged. Tonsillectomy was performed, and no further problems occurred until 1961 when he was admitted to hospital with suppurative cervical adenitis. Abscesses formed, and subsequently drained spontaneously.
In 1965 he was again hospitalized for therapy of a pulmonary 'abscess'. This was initially thought to be tuberculous, but acid-fast bacilli were not demonstrated in his sputum and there was no confirmatory evidence of a tuberculous aetiology. He was, however, treated with streptomycin and Pasinah-D (sodium aminosalicylate and isoniazid), and the lesion resolved. At the age of 18 a right perinephric abscess was drained surgically and Staphylococcus aureus was isolated on cluture.
He then remained well until he presented to us in September 1976 with a history of pustular lesions on the trunk and superficial pyoderma affecting both axillae and the suprapubic region for several weeks. He had received treatment with several oral antibiotics without improvement. There was no family history of recurrent sepsis' and there were no siblings.
On examination: He had bilateral purulent conjunctivitis. There were multiple pustules scattered over the trunk (Figure 1 ) and areas of superficial pyoderma in both axillae (Figure 2 ) and in the suprapubic region. The remainder of the physical examination was normal.
Investigations: Haemoglobin 16.4 g/dl; WBC 9900/mm 3 • Normal morphology. Electrolytes and urea, liver function tests, serum calcium, phosphate and alkaline phosphatase, and random blood sugar were all normal. Rose Waaler, antinuclear factor, Australia antigen and treponemal haemagglutination test were all negative. Chest X-ray showed apical pleural thickening, but was otherwise normal. Swabs from pustules on the trunk, areas of pyoderma, external nares, urethra and conjunctivae all grew Staphylococcus aureus on culture. Serum complement C 3 , C 4 : normal. Immunoglobulins: IgG 17 g/l, IgA 3.75 gIl, IgM 1.35 g/l. Mantoux test 1: 1000, negative; 1: 100, positive. Intradermal tests with mumps antigen and Candida antigen were positive; lymphocyte transformation with phytohaemagglutinin:
